in each of the different measures of NO production when cultured with cytomix (p<0.05, all comparisons) and each was decreased by dexamethasone 10-6 M (p<0.05, all comparisons). To determine if these in vitro observations are reflected in vivo, exhaled NO 
(p>0.05).
These data demonstrate that cytokines increase iNOS expression by lung epithelial cells which is decreased by corticosteroids and that these in vitro observations are mirrored by exhaled NO levels in asthmatics. experimental rhinoviral infection, measuring both upper airway symptoms, nasal albumin levels, and lower airway reactivity in normal and atopic individuals.
Twenty-two subjects (11 normal, 5 atopic, 6 atopic asthmatic) had preinoculation measurements of virus (HRV serotype 16) neutralizing antibody levels, IgE, skin tests, and AR performed. This was followed by HRV 16 colds, daily symptom scores and nasal washes, and a repeat of AR measurements.
Seventeen volunteers developed clinical colds as measured by symptom scores, and virus shedding was present in all subjects. The presence or absence of preinoculation antibody determined subsequent severity of colds in normal but not in atopic subjects. Atopic antibody-positive individuals developed severe colds in contrast to normal subjects who developed mild colds in the presence of neutralizing antibody (p=0.01). Both atopic and normal antibody-negative subjects developed severe colds. This differential response was matched by nasal albumin levels which were significantly increased during the cold in atopic (but not in normal) volunteers with preinoculation antibody present (p=0.01). The IgE levels were higher in atopic subjects but did not correlate with more severe cold scores. In the entire group, AR was significantly increased during the cold (p=0.05) as well as in all atopic subjects (p=0.02). This was also true in atopic asthmatics (p=0.02) but not in normal nonatopic volunteers (p=0. 10). A significant correlation was found between symptom scores and AR (r=0.9, p=0.008) in asthmatic but not normal subjects.
Our data suggest that atopic individuals exhibit increased sensitivity to the consequences of HRV infection manifest both as severe upper airway cold symptoms and as amplified lower airway responsiveness. Atopic tissues may be "preprimed" and more susceptible to the detrimental effects of colds.
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